the operation. The drains gradually were withdrawn and removed on day 10 after the operation. Antibiotic treatment was discontinued after 2 weeks. At that moment, the leukocyte count had dropped to 5.2X109/L. Cultures obtained at the time of bronchoscopy and the operation were sterile. Many Gram-negative rods with diverse morphologic characteristics were demonstrated. The fistula in the bronchus healed spontaneously. A postoperative bronchoscopy on day 18 revealed a normal mucous membrane at the site of the fistula, and there was no sign of stenosis or granulation. The patient was discharged in good health on day 27 after the operation. There were no late complications.
DISCUSSION
This case report illustrates that a wisdom tooth extraction may be associated with serious complications. Between 1960 and 1991, 48 patients with descending necrotizing mediastinitis resulting from an oropharyngeal infection, were reported in the English-language literature. For 29 of these patients, the mediastinitis was odontogenic.' 4 A fistula to a bronchus as a complication of mediastinitis has not yet been reported, to our knowledge. Our patient presented with an alveolitis extending from the submandibular space to the pharyngomaxillary space and spatium retropharyngeum and from there to the mediastinum. A special feature of this case is the fistula to the left main bronchus providing spontaneous drainage of the purulent mediastinitis. This fistula formation more than likely contributed to the successful outcome.
Deep infections of the neck should make one wary of the development of a descending necrotizing mediastinitis, with or without empyema of the pleurea or the pericardium. The computed tomographic scan plays an important role in the early recognition of deep neck infections and mediastinitis. Therapy consists of, on the one hand, the administration of antibiotics which are aimed at the most commonly occurring microorganisms. Since these mostly consist of a mixed aerobe and anaerobe flora, a combination is given of penicillin, metronidazole, and an aminoglycoside. On We present the findings in a 57-year-old man with a rupture of the thoracic aorta that originated in a penetrating atherosclerotic aortic ulcer. It formed a large hematoma that clinically mimicked a true saccular thoracic aneurysm. The possibility of penetrating aortic ulcer should be considered in the differential diagnosis of aortic aneurysm.
(Chest 1994; 106:624-26)
The occurrence of aortic rupture in the absence of trauma and without evidence of aneurysm or dissection is quite rare. 14 We present the findings from a patient in whom a penetrating atherosclerotic aortic ulcer5 produced a complete aortic rupture to form a large hematoma that mimicked a true saccular thoracic aneurysm.
CASE REPORT
A 57-year-old man was transferred to our hospital with severe chest pain of sudden onset. There was no history of trauma or of treatment of hypertension.
On admission, the severity of the chest pain had lessened. An impending rupture of a true thoracic aneurysm was diagnosed. Because of the patient's complex medical status, he was not considered a candidate for surgery. Conservative treatment with antihypertensive agents was begun. Despite good control of blood pressure (the systolic pressure was about 100 mm Hg), the patient experienced mild back pain and chest discomfort on the 13th day of hospitalization. A chest roentgenogram and magnetic resonance (MR) imaging (Fig 2) then showed that the size of the mass At autopsy, a defect 8 mm in diameter was found at the left of the aortic arch, surrounded by atheromatous plaques. There was no aneurysmal dilatation of the aorta and no evidence of a false lumen. An 8-cm saccular hematoma surrounded by fragile fibrous tissue impinged on the left upper pulmonary parenchyma and was contiguous to the defect. Microscopic sections (Fig 3) revealed a complete transmural rupture, with disruption of the adventitia. We found no medial disease, inflammation, or other pathologic changes that would explain the rupture.
DISCUSSION
Aortic rupture occurred in our patient via a small aortic defect and produced a hematoma that mimicked a true saccular aneurysm. The only pathologic finding that would explain the origin of the rupture was severe atherosclerosis, because there was no evidence of a true aortic aneurysm or dissection.
Atherosclerosis tients." 2 Rodriguez and Rivera reported the findings in a 58-year-old woman with a spontaneous rupture of the thoracic aorta. A defect 15 mm in diameter in the aorta distal to the left subclavian artery was found at autopsy. The defect was surrounded by atheromatous plaques, from which a large clot protruded and displaced the pulmonary parenchyma. Castleman and McNeely2 described a 62-year-old man with a rupture of the ascending aorta that clinically mimicked dissecting aneurysm or myocardial infarction. An external tear (1 by 0.5 cm) below the arch produced the hemopericardium and hemothorax. A section taken from the perforation revealed severe atherosclerosis. Since there was no evidence of aortic aneurysm, dissection, or other changes that would clearly explain the rupture in either of the previous cases, a penetrating atherosclerotic ulcer appeared to be the cause. 1 2 We consider that the complete aortic rupture in our patient was consistent with a diagnosis of penetrating aortic ulcer (specifically, a rare transmural rupture of the aorta). Ulceration was confirmed both radiologically and pathologically as a defect of the aorta. The radiologic finding of a relatively narrow orifice compared with a large lesion may be helpful in differentiating a transmural rupture with the hematoma from a true saccular thoracic aneurysm. While this condition is less common, it produces significant clinical symptoms.5 '6 In the differential diagnosis of aortic aneurysm, especially of the saccular type, as in the case presented, one should therefore consider the possibility of transmural rupture caused by the penetrating aortic ulcer.
